Fear of respiratory depression is one of the major barriers to the effective use of opioids to manage pain. According to the American Pain Society (1996) , withholding appropriate opioids based on respiratory concerns is unwarranted and leads to unnecessary suffering. Although death or neurologic injury for patients with otherwise treatable illnesses is tragic, serious complications from respiratory depression are not common. In most instances, clinically signifi cant respiratory depression can be prevented by identifi cation of high-risk patients, individualization of analgesic regimens, and close monitoring of respiratory and sedation status (Institute of Safe Medication Practices, 2002).
Pathophysiology
Most opioids commonly used in the clinical setting work primarily by binding to Mu receptor sites to produce analgesia. Mu receptors are located throughout the body, including the cerebrum and medulla (parts of the brainstem), which play an important role in respiration. Chemoreceptors in the medulla and other parts of the body detect low levels of oxygen (hypoxia) and high levels of carbon dioxide (hypercapnea). The body responds by increasing the rate and depth of respiration. Opioids bind to Mu receptor sites in the medulla and can cause respiratory depression. Naloxone, an opioid antagonist, is believed to bind to Mu receptors and reverse analgesia and other side effects of opioids, including respiratory depression (Sargent, 2002) .
Defi nition
Clinically signifi cant respiratory depression has been defined differently in the literature. McCaffery and Pasero (1999) defi ned it as a decrease in the rate and depth of respirations from a patient's baseline. A meta-analysis examining postoperative pain management found that 70 study groups defi ned respiratory depression as fewer than 10 respirations per minute and 24 study groups defi ned respiratory depression as less than 90% oxygen saturation (Cashman & Dolin, 2004) . Others have defi ned respiratory depression as fewer than eight breaths per minute (Sidebotham, Dijkhuizen, & Schug, 1997) . A lack of correlation between respiratory rate and oxygen saturation level also has been reported (Hauer, Cram, Titler, Alpen, & Harp, 1995; Overdyk, Carter, & Maddox, 2006; Sidebotham et al.; Tsui et al., 1997) . This material is protected by U.S. copyright law. Unauthorized reproduction is prohibited. To purchase quantity reprints, please e-mail reprints@ons.org or to request permission to reproduce multiple copies, please e-mail pubpermissions@ons.org.
